In our previous studies1-3) it was shown that the secretion of antidiuretic hormone (ADH) from the posterior pituitary lobe is also induced by heat exposure.
UENO4) who investigated histological changes in the neurohypophysis of rats exposed to heat and cold, noted that heat exposure caused severe changes in the pituicytes and interstitial structures of the posterior lobe, and that the changes were more marked in rats in which no particularly high body temperature developed during heat exposure than those with considerably elevated body temperature.
The finding may suggest that the ADH plays a role in the regulation of the body temperature in animals exposed to heat, but little is yet known as to the effect of posterior pituitary hormone on the body temperature.
The present experiments demonstrated that vasopressin, either exogenous or endogenous, caused a prompt fall in the body temperature, acting possibly peripherally. However, vasopressin was ineffective in inhibiting the rise of body temperature provoked by heat exposure. in doses ranging from 20 to 400 mU per 100 g body weight into normal rats, the rectal temperature immediately began to fall and reached the lowest level about 30 minutes after the injection ; then it tended . to rise toward the pre-in jection level. The larger the dose of Pitressin was given, the larger the fall in the body temperature was resulted. Pitressin in a dose of 10 mU was ineffective in causing the change (FIG. 1) . Synthetic lysine vasopressin caused a similar lowering of the rectal temperature, indicating that the change is not due to contaminants in the posterior pituitary extract 2. Effect of intracarotid infusion of hypertonic solutions. To examine whether endogenous vasopressin released from the posterior lobe exhibits the same effect in causing the fall in the body temperature as observed after exogenous vasopressin, hypertonic solutions were infused at a rate of 0.1 ml per minute into the common carotid artery.
METHODS
The infusion of 0. chloride or 2 M sucrose solution resulted in a distinct fall in the rectal temperature, while that of isotonic solutions had no effect on it. It was also shown that the intravenous infusion into the tail vein did not cause any change in the body temperature (FIG. 4) . In hydrated rats the intracarotid infusion of 8.5 per cent sodium chloride caused a significant decrease in the urine output to 69 per cent of the control 
Action site of vasopressin.
Vasopressin may affect the heat center in the anterior hypothalamus, either increasing heat loss or reducing heat production. To know the central action of the hormone, Pitressin was infused in doses of 2 and 10 mU into the carotid artery through a polyethylen tube. The effects were compared with those of the infusion into the jugular vein at the same rate in the same doses. As shown in FIG. 8 , the fall in the rectal temperature following intracarotid infusion was the same in both the time course and the extent as that following intravenous infusion.
In the next series of experiments 10 mU of Pitressin per 100 g body weight was injected intravenously into rats with anterior hypothalamic lesions and into neuro-and totally hypophysectomized rats. In the lesioned rats in which the heat center had been probably damaged the injection of Pitressin resulted in a fall in the body temperature to the same extent as in the controls (FIG. 9) 
